and impairment of the renal function progressed and on the third day after admission hemodialysis was begun. Renal biopsy was performed, showing on light microscopy, cellular crescent formation in 90% of glo-meruli without necrotizing lesions ( fig. 1 ). Tubules showed localized necroses, scanty tubular pigmented casts and mild interstitial inflammatory reaction. Immunofluores-cence for IgG, IgA, IgM, fibrinogen and C3 was negative except for occasional and scanty deposits of C3 in the mesangium. No electron microscopic study was performed. Three intravenous boluses of methylpredni-solone 1 g/day × 3 days followed by predniDear Sir, A 76-year-old man was admitted to the Hospital with a 2-day history of progressive malaise, dyspnea and orthopnea. Six years earlier he was investigated for anemia and found to have spherocytes in peripheral blood and a positive incubated osmotic fragility test. Familial search disclosed three first-degree relatives with the same findings. He was diagnosed as having hereditary sphe-rocytosis and became transfusion-dependent because of progressive and severe anemia. Physical examination revealed a blood pressure of 179/90 mm Hg and the pulse was 126 beats/min. He was tachypneic, pale and mildly jaundiced. A loud third heart sound and a lowgrade systolic cardiac murmur were audible. Other findings were bibasilar rales and severe hepatosplenomegaly. Laboratory data included: hematocrit 15% (0.15); hemoglobin 7.75 g/dl (77.5 g/l); WBC2.3 × 1,000/mm3; platelets 78 × 103/ mm3; urea 188 mg/dl (67 mmol/l) and serum creatinine was 5.4 mg/dl (477.3 µmol/l); serum LDH 1,764 U/l and serum bilirubin 4.44 mg/dl (76 µmol/l) (unconjugated 3.9 mg/dl). The Coombs test was negative and serum haptoglobin was < 5 mg/dl. Anti-nuclear antibodies, antineutrophil cytoplas-mic antibodies (ANCA) and circulating anti-GBM antibodies were negative. Microscopic examination of the urine disclosed 50-60 red blood cells; hemoglobinuria was positive and urinary protein excretion was 2.6 g/24 h. Chest x-ray showed an enlarged cardiac silhouette, alveolar pulmonary edema and Ker-ley B lines. Blood transfusion, vasodilators and diuretics were instituted. However, oliguria Fig. 1 . Renal biopsy demonstrates massive cellular crescent formation and tubular pigmented casts (arrow). PAS. × 108.
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